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background: Hyperkalemia is reported to cause Brugada pattern EKG. But Brugada pattern EKG due to hyperkalemia secondary to Addison’s 
disease is extremely rare.
case:  A 63 y/o African American woman was flown in by EMS from an outreach ER for ST elevation on EKG. She had abdominal pain and diarrhea 
for 1 week and was dyspneic at rest for 2 hours. Her comorbidity included hypothyroidism for which she was on thyroid supplement. She was a 50 
pack year smoker. She was tachycardic with a heart rate of 107 bpm, tachypneic and hypotensive with a BP of 81/60 mm Hg. Her finger oxygen 
saturation was low at 79%. Exam revealed her to be confused, with distant heart sounds and peripheral cyanosis. Her EKG showed coved ST 
elevation in anterior leads along with ST elevation in inferior leads and RBBB pattern. Her first troponin was less than 0.01 ng/ml. She had normal 
anion gap metabolic acidosis with a pH of 7.24 and pCO2 of 28 mm Hg. She had normo-osmolar hyponatremia with sodium 117 mEq/L. She was 
severely hyperkalemic with potassium 7.7 mEq/L and her bicarbonate level was low at 16 mEq/L. Her metabolic profile was consistent with type 
4 renal tubular acidosis. Her BUN was elevated at 41 mg/dl and creatinine was 0.6 mg/dl suggesting dehydration. Correcting hyperkalemia and 
reassessing the patient would be the prudent next step instead of rushing the patient to the cath lab. After aggressive fluid resuscitation, 1 amp of 
bicarbonate, insulin-glucose infusion and kayexalate therapy, her EKG returned to her baseline where she had a RBBB. Her random serum cortisol 
checked due to persistent hypotension came out to be inappropriately low at 2.3 ug/dl. A cosyntropin test confirmed acute adrenal insufficiency. 
Her TSH was low at 0.13 uIU/ml. She had elevated thyroid peroxidase antibodies and 21 hydroxylase antibodies suggesting Addison’s disease. Her 
overall picture was consistent with polyglandular syndrome. She improved with corticosteroids and mineralocorticoid therapy.
Decision making: This case emphasizes the importance of recognizing and treating metabolic abnormalities before sending patients to the cath 
lab for ST elevation. Also one needs to suspect Addison’s disease in a patient with hypotension, hyponatremia and hyperkalemia.
